A patient is described who developed both a ventricular septal defect and mitral regurgitation after myocardial infarction. The He was admitted to Papworth Hospital and the blood pressure was I40/80 mmHg, and there were no abnormal physical signs. Three days after admission he had further chest pain of two hours' duration. His venous pressure had risen and there was a systolic murmur heard maximally in the fourth left intercostal space and also at the apex. It was at this time suggested that he had ruptured his ventricular septum. His condition remained good, but his heart failure was slow to respond to treatment, and 9 days after his admission his venous pressure still showed a I0 cm V wave. He remained in sinus rhythm throughout. It was now thought that he might have ruptured his ventricular septum and a papillary muscle. His progress from then on was uninterrupted. He was maintained on anticoagulants, digoxin, diuretics, and a low fat diet. He was discharged for convalescence, and readmitted i i days later for cardiac catheterization, just over two months after his myocardial infarct. By that time he was feeling well, and had no more than slight exercise intolerance due to dyspnoea. The signs remained unchanged. The electrocardiogram showed only evolutionary abnormalities. The x-ray showed moderate cardiomegaly, and the lung fields looked definitely plethoric.
Both ventricular septal defects and mitral regurgitation are well-recognized complications of myocardial infarction. It is rare for both to occur in the same patient and the recent description of a case treated surgically (Rawlins, Mendel, and Braimbridge, I972) has stimulated this report.
Case report
In I965 a 60-year-old river board foreman was seen in his home. He gave a classical history of myocardial infarction. This had begun with io days of increasingly severe angina followed by prolonged chest pain 4 days previously. His transaminases were raised, and in leads II, III, and aVF of the electrocardiogram there were deep pathological Q waves, together with ST elevation and T wave inversion. In leads V5 and V6 there were also pathological Q waves with flat T waves.
He was admitted to Papworth Hospital and the blood pressure was I40/80 mmHg, and there were no abnormal physical signs. Three days after admission he had further chest pain of two hours' duration. His venous pressure had risen and there was a systolic murmur heard maximally in the fourth left intercostal space and also at the apex. It was at this time suggested that he had ruptured his ventricular septum. His condition remained good, but his heart failure was slow to respond to treatment, and 9 days after his admission his venous pressure still showed a I0 cm V wave. He remained in sinus rhythm throughout. It was now thought that he might have ruptured his ventricular septum and a papillary muscle. His progress from then on was uninterrupted. He was maintained on anticoagulants, digoxin, diuretics, and a low fat diet. He was discharged for convalescence, and readmitted i i days later for cardiac catheterization, just over two months after his myocardial infarct. By that time he was feeling well, and had no more than slight exercise intolerance due to dyspnoea. The signs remained unchanged. The electrocardiogram showed only evolutionary abnormalities. The x-ray showed moderate cardiomegaly, and the lung fields looked definitely plethoric.
The salient features at cardiac catheterization are given in the Table. involved a great deal of heavy walking on river banks and building-sites. He had absolutely no symptoms. The physical signs of both defects were still present. The electrocardiogram and chest x-ray showed no significant changes (Fig. 3) . The findings on fluoroscopy were consistent with both defects still being present. The patient was not keen to be reinvestigated by cardiac catheterization, and there seemed no justification for pressing this.
At the age of 65 he retired, but was so fit, having no complaints, that he returned to his former work part 8 I./min time. In I972, at the age of 67, he continues as before, 2.4 1./mir/ir and the findings are unchanged.
findings at ,nclosed in Discussion ations.
There can be little doubt that this patient developed a ventricular septal defect and mitral regurgitation after myocardial infarction. The absence of the lerable left-signs of these at the time of admission to hospital and the clear-cut episode with the appearance of the ere lesions, signs strongly suggest that one or both lesions were n was not produced on the third day of his hospital stay (probe and some ably the seventh day after his infarction). Cardiac I back, and catheterization was carried out over two months the policy after the infarction. The evidence of a large shunt eand after6 through a ventricular septal defect, together with esterol was severe mitral incompetence, is unequivocal. If g intervals, either lesion had been present on its own, it is likely these two lesions would greatly increase the mortality of operation, and it was therefore not suggested. The well-being of this patient over a period of 7 years has been remarkable. Although cardiac catheterization has not been repeated, all the indirect evidence suggests that both lesions have changed little. In any case, if an operation had been recommended in this patient the decision would have been made at about the time catheterization was carried out.
Rawlins et al. (I972) describe a similar case who died after operation. They emphasize the severity and the rarity of this combination of lesions after myocardial infarction. They review the published reports and have only been able to find one other case (Skoulas and Beier, 1967 
